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mercial decision which we have taken to remain com¬ 
petitive.” He said smoking will not be available on 
Ansett flights to Hong Kong starting September 10. See 
Australian Associated Press, July 27 and July 28, 1994; 
Herald Sun, July 29, 1994; and The Straits Times, 
August 1, 1994. 

[45] ETS Litigant Writes Letter to Editor on Airline 
Smoking 

Liesel Scholem, the former state health department 
employee who was awarded AUS$85,000 by a jury for 
injuries allegedly caused by ETS exposure in the work¬ 
place, recently wrote a letter to the editor of a newspaper 
to comment on smoking on airlines. Scholem states, “I 
know only too well from personal knowledge what the 
devastating effect of exposure to ETS can be. While I do 
not wish such a situation on anybody, I cannot help 
thinking that the so-called economic benefits which our 
airlines apparently anticipate as a result of promoting 
smoking flights are likely to evaporate as soon as injured 
passengers and employees resort to litigation.” 


domestic flights. See The (London) Times and Daily 
Telegraph, August 2, 1994; Reuters, August 3, 1994; 
and USA Today, August 4, 1994. 


[47] German Airline to Introduce Smoking Ban 

The German domestic airline Eurowings will intro¬ 
duce a total smoking ban on all its domestic and 
European routes starting September 1, 1994. The 
airline reportedly made the decision on the basis of 
passenger surveys. See VWD, July 28, 1994; Berliner 
Zeitung, July 29, 1994. 


[48] Cathay Pacific to Ban Smoking on Middle East, 
Europe Flights 

A press report indicates that Cathay Pacific plans to 
ban smoking on its flights to the Middle East and 
Europe starting in 1995. The decision purportedly was 
taken following a survey indicating that 70% of the 
passengers prefer nonsmoking flights. SeeAlAlamAl 
Youm, July 12, 1994. 


According to Scholem, “Given the knowledge which 
now exists, as well as precedents in law, it is short-sighted 
in the extreme for any airline to be deluded into thinking 
only of possible short-term economic benefits.” Further 
details about Scholem’s case appear in issues 23 and 24 
of this Report, June 5 & 19, 1992. See Sydney Morning 
Herald, August 1, 1994. 

[46] Several Airlines Revise Smoking Ban Policies 

Several European airlines have reversed their smoking 
policies because they were losing passengers, according to 
the results of a survey released by the British pro- 
smokers’ lobby group FOREST. The annual survey 
indicated that KLM Royal Dutch Airlines and Scandina¬ 
vian Air Services (SAS) ended their trial bans on interna¬ 
tional flights early, while Germany’s Lufthansa, Austrian 
Airlines, and Lauda Air re-introduced designated 
smoking areas on their aircraft. 

FOREST pointed out that Air France has introduced a 
smoking ban as a result of a change in French law, and 
British Airways has instituted a ban on European flights. 

The survey purportedly examined 233 flights from 
Britain to 95 international destinations and 86 internal 
flights in 63 countries. Smoking was banned on 22 
percent of the international flights and 71 percent of the 


[49] Singapore Airlines to Expand Nonsmoking 
Flights 


Singapore Airlines has released a company statement 
announcing that it will ban smoking on flights to 
Europe and North America, making 90% of its routes 
smokefree. Smoking will be permitted only on flights 
originating or terminating in Japan. See Australian 
Associated Press, August 8, 1994. 


MEDIA COVERAGE 

[50] “Tobacco Still King in Japan,” M. Magee, San 
Francisco Chronicle, July 30, 1994 

This article discusses the difficulties that have been 
encountered in Japan by the antismoking movement 
which apparently is having trouble getting its message 
heard in a country where cigarette sales are rising every 
year. According to one antismoking activist who is 
quoted in the article, “Japanese aren’t aware of the 
hazards of smoking. I had a portable electric fan, two 
(surgical) face masks and smoke-repellent spray on my 
desk, and my colleagues had to ask if I had a cold. 
They look at you as if you’re crazy if you tell them 
about the dangers of cigarettes.” She also reportedly 
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2046362594 




AUGUST 12,1994 


13 


said that when she asked a man to put his cigarette out, 
“he extinguished it on the back of my hand.” 

The organization to which she belongs, Tobaccoless 
Osaka, is apparently the only antismoking citizen’s 
group in Japan’s second largest city and has a member¬ 
ship of about 150. According to the author, Japan’s 
first antismoking commercial was aired in May 1994. 
Antismoking advocates reportedly blame the powerful 
Finance Ministry for government’s failure to become 
involved in their campaign. The Ministry runs Japan 
Tobacco which controls 83 percent of the nation’s 
cigarette market. 


Source: https://www.industrydocuments.ucsf.edu/docs/xswlOOOO 
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APPENDIX A 

The numbers assigned to the following article 
summaries correspond with the numbers assigned to 
the synopses of the articles in the text of this Report. 

Lung Cancer 

[26] “Smoking and Health Promotion in Nazi 
Germany,” G.D. Smith, S.A. Strobele, and 

M. Egger, Journal of Epidemiology and Commu¬ 
nity Health 48: 220-223, 1994 

“While accusations about the health damaging effects 
of tobacco stretch back over the centuries, a particularly 
strong tradition of scientific investigation emerged in 
Weimar Germany and was developed during the Nazi 
period. Take, for example, the case of smoking and 
lung cancer. While there were earlier anecdotal reports, 
from Germany and elsewhere, commenting on a possible 
link, the 1928 study by Schonherr in Chemnitz is 
considered seminal in focussing on the smoking habits of 
a series of lung cancer patients. The small group of 
women in this series apparendy did not smoke, but, 
Schonherr concluded, their cancers could have been 
caused by inhalation of their husbands’ smoke.” 

Cardiovascular Issues 

[27] “Active and Passive Smoking Are Associated 
with Increased Carotid Wall Thickness: The 
Atherosclerosis Risk in Communities Study,” 

G. Howard, G.L. Burke, M. Szklo, G.S. Tell, 

J. Eckfeldt, G. Evans, and G. Heiss, Archives 
of Internal Medicine 154: 1277-1282, 1994 

“This article describes the effects of active and passive 
smoking on carotid artery intimal-medial thickness 
(IMT) in a population-based sample of middle-aged 
adults and the dose-response relationships both of 
IMT with pack-years of smoking among current and 
past smokers and of IMT with hours of exposure to 
ETS among nonsmokers.” 

“Mean IMT was higher in ETS smokers than in 
nonsmokers. It was highest in current and past smokers.. 

.. The differences between the mean IMT of nonsmok¬ 
ers and that of ETS smokers was similar in magnitude to 
that of a 1-year age difference, whereas the difference in 


IMT between current smokers and nonsmokers was 
similar to that of a 7-year age difference.” 

“The relationship between the reported number of 
hours of ETS exposure and IMT was assessed among 
those participants in the ETS exposure group. The 
number of hours of ETS exposure was significantly 
associated with IMT in men. For the 885 men with 
ETS exposure, after controlling for age and race, 
there was an increase in IMT of 0.00792 mm per 10 
hours of weekly ETS exposure, a relationship that 
proved statistically significant. Despite a larger sample 
of ETS women (n = 2340), the increase in IMT per 
10 hours of ETS exposure was only 0.0011 mm, a 
difference that proved statistically insignificant.” 

“These data confirm the findings of previous 
investigations showing that active smokers have 
thicker carotid artery walls than nonsmokers do. We 
also observed increased IMT in nonsmokers exposed 
to ETS than in nonexposed nonsmokers.” 

“We noted that IMT in ETS smokers falls between 
that of never smokers with no ETS exposure and that 
of past smokers (with current smokers having the 
highest IMT). . .. The higher IMT percentiles likely 
represent established atherosclerotic plaques. Thus, 
the largest differences between smoking groups were 
observed in those participants most likely to have 
manifest atherosclerosis.” 

“These analyses show that ETS smokers have, on 
average, IMT values 0.017 mm greater than those of 
nonsmokers. In the entire ARIC population, the 
cross-sectional relationship between age and IMT 
showed an estimated increase of 0.011 mm per year 
of age. This difference between the ETS smoking and 
nonsmoking groups (0.017 mm) is equivalent to the 
difference associated with approximately 1.5 years of 
aging and could potentially be explained by differ¬ 
ences in lifestyle factors other than smoking between 
these groups. However, adjustment for lifestyle 
factors and major cardiovascular disease risk factors 
did not explain the observed difference between 
nonsmokers and ETS smokers.” 

“Importantly, the nonsmokers who reported no 
current exposure to ETS could well have been 
exposed to ETS in the past. Hence, among those 
categorized as nonsmokers there is likely a subgroup 
regularly exposed to ETS in the past. Significant 
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differences were observed despite this misclassification 
that would reduce the observed ETS-IMT relationship. 
However, on average, those who reported current 
exposure to ETS were likely to have higher ETS exposure 
than those who reported no such current exposure.” 

“We estimated a much larger increase in IMT with 
increasing ETS exposure for men than for women. 
Even with the smaller sample size for men, statistical 
significance was reached, whereas in women there was 
no significant relationship. The reason for this differ¬ 
ence is not clear. It is not explained by differences in 
the distribution of the number of hours of ETS 
exposure, which was similar for men and women. 
While the gender difference may result from differen- 
ual misreporting of ETS exposure (when the participant 
was actually a current smoker), there was no evidence of a 
gender difference in misclassification in a younger 
population. It is possible that men have more ‘intense 
ETS exposure (i.e., a more dense ETS environment) than 
women. Household exposures to ETS have been shown 
to be less than exposure levels observed in the workplace, 
and men may receive a larger proportion of their exposure 
in the workplace. The effect of increasing hours of ETS 
exposure was not small. For 40 hours of ETS exposure 
(equivalent to being in a smoking work environment), 
there is an estimated increase of 0.0317 mm in average 
IMT. This difference in IMT is equivalent to a more 
than 3-year age difference.” 

“In the ARIC Study cohort, the increase in mean 
carotid IMT associated with passive smoking repre¬ 
sents a difference of 2.4% from the IMT of nonsmok¬ 
ers. Although differences in IMT of this magnitude are 
ostensibly unimpressive and would contribute only 
slightly to the risk of cardiovascular disease for an 
individual, the potential public health impact is not 
trivial, as it depends on both the magnitude of the 
estimated association and the frequency of occurrence 
of exposure at issue in the population. In the ARIC 
Study population, exposure to ETS among nonsmok¬ 
ers was 65%, which represents the proportion of 
individuals at risk of end-organ damage attributable to 
exposure to ETS. Relative to nonsmokers, ETS 
smokers had an IMT 0.017 mm greater (after adjust¬ 
ment for age, race, and gender), a difference equivalent 
to that associated with an increase of 1.5 years of 
chronologic age, or 7 mm Hg of systolic blood pres¬ 
sure, or 0.70 mmol/L (27 mg/dL) of total plasma 
cholesterol in this population.” 


“At age 55 years (arbitrarily chosen as the middle age 
of the population), the magnitude of the association 
between passive smoking and IMT corresponded to 
23% of that observed for active smoking, the latter 
being one of the strongest and most consistently 
replicated associations between IMT and any physical, 
behavioral, or environmental exposure. The graded, 
monotonically increasing dose-response relationship 
observed between tobacco smoke and IMT adds to the 
biologic plausibility of the observed association be¬ 
tween ETS and IMT. The association is detectable at 
the modest level observed for the exposure to ETS to 
the marked association seen with active smoking.” 


[28] “Plantar or Dorsalis Pedis Artery Bypass in 
Buerger’s Disease,” T. Sasajima, Y. Kubo, Y. 
Izumi, M. Inaba, and K. Goh, Annals of Vascu¬ 
lar Surgery 8: 248-257, 1994 

“The peripheral type of Buerger’s disease is unrespon¬ 
sive to conservative therapy when accompanied by 
multisegmental occlusion at the level of the ankle. 
Between November 1983 and April 1993, we per¬ 
formed 15 bypasses below the ankle for this type of 
thromboangiitis obliterans [TAO] in 13 patients (mean 
age 45.7 years), including four females... . Eleven 
patients were heavy smokers, two were passive smokers, 
and six had a history of sympathectomy. . . . Because 
patients with thromboangiitis obliterans are relatively 
young and active, early healing of ulcers and restora¬ 
tion of normal limb function are important objectives 
in their treatment. Bypass to the foot arteries can 
provide an excellent outcome, although special tech¬ 
niques and postoperative cessation of smoking are 
essential for success.” 

“Although the guidelines used to diagnose TAO are 
widely accepted in Japan, Shionoya described the 
following clinical criteria that do not include 
arteriographic findings for the diagnosis of TAO: (1) 
smoking history, (2) onset before age 50 years, (3) 
infrapopliteal arterial occlusive lesions, (4) either upper 
limb involvement or phlebitis migrans, and (5) absence 
of atherosclerotic risk factors other than smoking. 
However, the problem is how many criteria must be 
met to make a definite diagnosis of TAO. Our series 
included three patients with onset after age 50 years; 
one of them was 63 years old at the time of surgery, and 
the other two were female nonsmokers. The former 
satisfied all of the criteria except age of onset and the latter 
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had a clear history of passive smoking, and the 
arteriograms of all three patients showed typical findings 
of TAO and the absence of arteriosclerouc lesions. To 
avoid overestimation of equivocal cases, we believe at least 
four of the five clinical criteria should be met, whereas 
Shionoya and Ishibashi et al. reported that TAO may 
affect men in their fifties and an outbreak of TAO in 
nonsmokers who are continually exposed to environmen¬ 
tal tobacco smoke is also possible. Although the influence 
of passive smoking on padents with TAO remains 
controversial, there was more exposure to second-hand 
smoke in the home and workplace of female TAO 
patients who were nonsmokers compared with nonsmok¬ 
ing control subjects.” 

“After surgery all of our padents were given anticoagu¬ 
lant and antiplatelet drugs for 2 years, because vein graft 
stenosis frequently occurs within 2 years of surgery. 
However, the most important pan of postoperative 
surveillance is to check for smoking, including passive 
smoking, because disease progression is closely related to 
smoking after surgery.” 

[29] “Passive Smoking as a Cause of Heart Disease,” 
AJ. Wells, Journal of the American College of 
Cardiology 24: 546-554,1994 

“The present report reviews briefly the principal 
evidence connecting passive smoking with ischemic 
heart disease, including the most recent data. In 
addition, steps will be outlined that practicing physi¬ 
cians can take to protect their patients from environ¬ 
mental tobacco smoke exposure.” 

“Logically .. . one would expect environmental 
tobacco smoke exposure to result in heart disease but at 
a level lower than that from active smoking.” 

“There is one important difference between lung 
cancer and heart disease insofar as passive smoking is 
concerned. With lung cancer, the potentially fatal 
health effect results only from long-term exposure, 
perhaps > 20 years, whereas with heart disease, the 
potentially fatal effects are not only long-term and 
chronic but short-term and acute as well.” 

“The acute effects of passive smoking on the cardio¬ 
vascular system can occur from exposures of 20 min to 
8 h. They are covered in detail by Glantz and Parmley. 
Suffice it to say here that these effects consist of 1) a 
decrease in platelet sensitivity that leads to greater platelet 
aggregation and increased risk of coronary thrombosis, 


and 2) an increase in oxygen demand by the heart at a 
time when oxygen supply is decreased and the heart’s 
ability to process oxygen is also decreased.” 

“The other acute effect that environmental tobacco 
smoke has on the heart is a complex of effects driven 
largely by the carbon monoxide in the smoke.” 

“In the previous discussion on platelets it was stated 
that short-term exposure to environmental tobacco 
smoke results in increased endothelial cell carcasses in 
the blood. This indicates damage to the arterial 
endothelium, which is thought to be the initiating step 
in the development of atherosclerotic plaques.” 

“Environmental tobacco smoke also appears to have 
an effect on cholesterol in nonsmokers.” 

“In summary, as with active smoking, there is ample 
biologic evidence, including human evidence, that 
exposure to typical levels of environmental tobacco 
smoke can cause a buildup of arterial plaque and thus 
lead to heart attacks. Also there are acute effects related 
to the nicotine and carbon monoxide in environmental 
tobacco smoke that may be important mechanisms 
through which environmental tobacco smoke causes 
adverse heart effects.” 

“The available epidemiology associating passive 
smoking with heart disease is displayed in Table I. 

With 12 studies and 3,131 cases, it is almost as exten¬ 
sive as that associating passive smoking with lung 
cancer (30 studies and 3,083 cases). There is no heart 
study of the quality of the large Fontham et al. study 
on lung cancer, which was designed specifically for 
passive smoking and where data from five U.S. centers 
were combined. In that study both patients and control 
subjects provided serum samples for cotinine assay to 
eliminate smoker misclassification effects.... Another 
aspect that some investigators would regard as a 
strength is that the proportion of studies that are 
prospective (vs. case control) is much higher here (7 of 
12) than in the lung cancer studies (4 of 30).” 

“From the epidemiology, one can conclude that there 
appears to be a 20% to 70% increase in ischemic heart 
disease risk that is associated with exposure to spousal or 
household environmental tobacco smoke and that this 
increase in risk is not explained by misclassification of 
smokers as nonsmokers or by the other heart risk factors.” 

“Three risk assessments of ischemic heart deaths in 
the United States from passive smoking have so far 
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been made. They are Wells, 32,000 deaths/year; Glantz 
and Parmley, 37,000 deaths/year (this is the Wells 
estimate when fully corrected for background environ¬ 
mental tobacco smoke); and Steenland who used a 
somewhat different procedure to arrive at 35,000 to 
40,000 deaths/year, all three of these assessments were 
based on estimates of never-smoker heart death rates 
and the estimated population of never and ex-smokers. 
... In the recent EPA report on lung cancer and other 
respiratory diseases, a different methodology was used 
based on total lung cancer deaths, including those of 
smokers. This methodology will be applied here.” 

“In our heart case, we will start with the known total 
ischemic heart disease deaths for 1985, namely, 

251,000 for women and 285,800 for men. . . . [W]e 
will assume that never-smoking men and women both 
have corrected passive smoking ischemic heart disease 
relative risks of 1.22 for the preferred case and 1.79.” 

“There are two other key variables that affect the risk 
assessment: 1) the ischemic heart disease relative risk 
for ever smokers relative to all never smokers, which we 
assume to be 1.7 for both genders; and 2) Z, the ratio 
of environmental tobacco smoke exposure from spousal 
smoking plus other environmental tobacco smoke 
exposures to exposure from other sources alone. . . . 

The EPA, in their lung cancer report, used Z f for 
(women) = 1.75 based on five U.S. studies. We have 
chose a more conservative value of Z f = 2.6 based on 
the median value for cotinine for the never-smoking 
women in the Fontham et al. study, which is the 
largest U.S. passive smoking/lung cancer study based 
on five population centers largely in the southern part 
of the United States, where most of the U.S. studies on 
heart disease and passive smoking are based. . . . [W]e 
have assumed Z m (for men) = 2.6 X (1.27/1.55) - 2.1.” 

“Other important variables, which are the same for 
heart disease estimates and lung cancer estimates, are 
taken directly from the EPA report, namely, U.S. 
population >35 years old, 58 million women and 48 
million men; ever-smoking prevalence of 44.3% for 
women and 72.8% for men; never-smoker spousal 
passive smoking exposure, 60% for women and 24% 
for men; >5-year ex-smoker population 8.7 million 
women and 15.0 million men; and the fraction of these 
ex-smokers exposed to spousal smoking, 77% for 
women and 41% for men.” 


“The preferred case, where the passive relative risk.. . 
is 1.22, the active smoking risk ... is 1.7, the Z ratio 
for women ... is 2.6, and that for men ... is 2.1, 
yields an estimated total number of passive smoking 
ischemic heart disease deaths in the United States of 
62,000 for 1985. The calculated deaths when data 
from tiers 1 and 2 only are included are 183,000. The 
estimated numbers of deaths are very sensitive.” 


“The estimated annual deaths . .. are considerably 
higher than the 32,000 to 40,000 noted in earlier 
studies. One reason is that the never-smoker death 
rates that we derive from the known total ischemic 
heart disease deaths in 1985 are higher than the never- 
smoker death rates assumed in the earlier risk assess¬ 
ments. Another reason is their use of Z = 3.0 based on 
early work in England whereas we have used the lower 


U.S. values.” 


“The percents for each category of the 536,800 total 
U.S. ischemic heart disease deaths are 4.5% for 
exposure to spousal tobacco smoke, 7.0% for exposure 
to background tobacco smoke, 34.5% for ever smoking 
and 54.0% for nontobacco causes. Thus, environmen¬ 
tal tobacco smoke is estimated to cause (4.5 + 7.0)/ 

34.5 = 33% as many cardiac deaths as those caused by 
active smoking.” 


“To summarize, on the basis of the rather thorough 
methods of the EPA to calculate deaths from passive 
smoking, the cardiac deaths so calculated are 40% to 
100% higher than those calculated by earlier methods. 
What is thought to be the best estimate ... indicates 
62,000 ischemic heart disease deaths in the United 
States in 1985 caused by passive smoking. It is also 
possible, if more information about potential con- 
founders can be obtained, that the toll is even higher.” 


“The major uncertainty in the ischemic heart disease 
death estimates and in whether or not a passive smok¬ 
ing effect exists arises because of the many other factors 
that might cause cardiac disease and death and might 
confound the passive smoking effect. Supporting 
evidence for an effect is the strong evidence of biologic 
plausibility, and, as adjustments are made for more 
cardiac risk factors, the passive smoking relative risks 
tend to increase. .. . Deaths calculated using the 
extremes of the 95% confidence interval values for the 
relative risk of 1.22 for the preferred case .. . indicate a 
range of 26,700 to 98,400 deaths/year.” 
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“Ischemic heart disease appears to be by far the major 
mortality risk from passive smoking. There are both 
short- and long-term cardiovascular effects from passive 
smoking. Practicing physicians would do well to warn 
their at-risk heart patients to avoid smoky rooms. Such 
patients and the public in general should seek work 
where no-smoking rules apply; they should avoid riding 
in automobiles when others are smoking; and, if their 
spouses smoke, it should be suggested that they smoke 
outside the home.” 

Respiratory Diseases and Conditions 
— Children 

[30] “A Longitudinal Study of the Effects of Parental 
Smoking on Pulmonary Function in Children 6- 
18 Years,” X. Wang, D. Wypij, D.R. Gold, F.E. 
Speizer, J.H. Ware, B.G. Ferris, and D.W. 
Dockery, American Journal of Respiratory and 
Critical Care Medicine 149: 1420-1425, 1994 

“What is not known is whether the in utero effects of 
exposure persist beyond infancy, and whether subse¬ 
quent postnatal exposure in the preschool or school 
years confer additional risk for decreased level or 
growth of pulmonary function.” 

“The Harvard Six Cities Study provides an opportu¬ 
nity to address these issues in a large cohort of children. 
Utilizing longitudinal follow-up data available on 
children 6 to 18 yr, this analysis examines the timing 
and intensity of exposure to ETS and its association 
with pulmonary function level and growth from 
childhood through adolescence.” 

“The growth stage at which a child is exposed to ETS 
may influence the degree and the manner in which 
pulmonary function is affected. . . . Studies so far 
provide little information on the long-term significant 
of in utero and early childhood exposure to ETS on 
lung growth and development.” 

“The findings of this study suggest that among 
school-aged children, the decrement in pulmonary 
function level associated with maternal smoking 
appeared to be a combination of a persistent deficit 
related to earlier (including in utero) exposure and an 
additional deficit related to current exposure. The high 
degree of tracking shown by the spirometric parameters 
implies that the decrements in lung function related to 


early childhood exposure to ETS may persist into at 
least early adulthood.” 

“The capacity of the analysis to estimate exposure to 
ETS prior to the initiation of the study is limited by 
the retrospective nature of the data and the lack of 
quantification or knowledge of timing of exposure. . . . 
[Pjrecise data regarding the in utero ETS exposure is 
missing from this data set.” 

“Between ages 6 to 10 yr our ability to separate 
current from past smoking experience is limited by the 
close correlation between past and present smoking 
habits, as only a small proportion of mothers stopped 
smoking. Between ages 11 and 18 yr, past and current 
smoking experiences diverged more; the data strongly 
support separate, additive effects of ETS exposure in 
early childhood and current ETS exposure.” 

“In the present analysis of Six Cities children, only 
current maternal smoking predicted significantly 
slower annual growth rates of pulmonary function. In 
children 6 to 10 yr of age, current maternal smoking 
was associated with slower growth rates of FVC (-2.8 
ml/yr), FEV 1 (-3.8 ml/yr), and FEF 25 75% (-14.3 ml/s/ 
yr) for each pack/d smoked. In children 11 to 18 yr of 
age, current maternal smoking was associated with 
slower growth rates of FEF 25 75% (-7.9 ml/s/yr).” 

“Consistent with previous studies, the effects of 
maternal smoking on children’s pulmonary function 
were significant but were small in magnitude. This 
may be partially attributed to misclassification of 
exposure. The validity of questionnaire data depends 
on the subject’s ability to accurately recall and report 
smoking information.” 

“As observed in previous studies and this present 
study, maternal smoking had a stronger association 
with children’s pulmonary function than paternal 
smoking. A plausible explanation is that children are 
more likely to be with their mothers than with their 
fathers at the times smoking occurs, especially during 
early childhood. . . . Alternatively, in utero exposure to 
cigarette components and their metabolites may lead to 
permanent changes in lung function.” 

“Our study findings may be important in two 
respects. First, they suggest the presence of 
pathophysiologic effects of exposure to maternal 
smoking on the lungs of the growing child. Second, to 
the degree that the effects of early ETS exposure persist 
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or accumulate throughout childhood, they may 
represent important predictors of development of 
CO PD in adult life, particularly among those who take 
up cigarette smoking themselves.” 

Other Cancers 

[31] “Alcohol, Smoking, Passive Smoking and 
Caffeine in Relation to Breast Cancer Risk in 
Young Women,” S .J. Smith, J.M. Deacon, 
C.E.D. Chilvers and members of the U.K. 
National Case-Control Study Group, British 
Journal of Cancer 70: 112-119, 1994 

“The UK National Case-Control Study Group 
(UKNCCSG) was set up primarily to investigate the 
relationship between oral contraceptive use and breast 
cancer risk in young women. Data were also collected 
on lifestyle factors such as smoking, alcohol consump¬ 
tion and caffeine consumption. We also investigated the 
relationship between breast cancer risk and passive 
smoking in response to findings reported by Sandler et al. 
who found passive smoking to be a significant risk factor 
for breast cancer. For this part of the study an additional 
questionnaire on lifetime passive smoking exposure was 
sent to a subset of women in the main study.” 

“In the passive smoking study, significant differences 
between cases and controls were found in the crude 
relative risks for family history of breast cancer, parity 
and history of breastfeeding. Relative risks associated 
with oral contraceptive use were also very similar to the 
results of the main study, but did not reach conven¬ 
tional levels of significance because of the smaller 
numbers. All these factors, and the established parity- 
related risk factors for breast cancer, have been adjusted 
for in our analysis. Because of the possibly complex 
effects of confounding and interaction between active 
and passive smoking, the risks associated with passive 
smoking were also examined in an unmatched analysis 
of non-smokers alone.” 

“Most relative risks for passive exposure to cigarette 
smoke were slightly in excess of unity. For total 
lifetime exposure, risks were statistically significantly 
raised, but there was no evidence of a trend with 
increasing exposure. The increased relative risks were 
due to a deficit of cases who had never been exposed 


(16 cases and 28 controls never exposed in childhood 
or from a partner) rather than an increasing risk with 
increasing exposures. There was no evidence of a 
significant trend for any of the individual exposure 
variables examined. The trend test for period of 
exposure (classified as never, childhood, adult or both 
childhood and adult exposure) was significant, again 
because of a deficit of cases never exposed (six cases and 
14 controls never exposed at any time). The relative risk 
from exposure to maternal smoking was close to unity 
(RRs = 0.98 and 0.99 for 1-200 and more than 200 
cigarette years of exposure respectively).” 

“The matched analysis of 170 case-control pairs gave 
slightly lower RRs generally but marginally significant 
trends with increasing exposure in childhood and over 
the total lifetime were found. RRs for more than 400 
cigarette-years of exposure in childhood and over the 
whole lifetime were 1.90 (95% Cl 0.73-4.92) and 2.54 
(95% Cl 0.88-7.36) respectively.” 

“Interactions between total childhood exposure and 
own smoking history and between total lifetime 
exposure and own smoking history were also investi¬ 
gated. There was no statistical evidence for heteroge¬ 
neity between smokers and nonsmokers for either of 
these two exposures (data not shown).” 

“The results from the unmatched analysis in non- 
smokers, in which there were 94 cases and 99 con¬ 
trols, were very similar to those for the whole dataset. 
Relative risks were consistently slightly elevated, but 
confidence intervals were wide and included unity. 
There was no evidence of a significant dose response 
for any of the exposure variables.” 

“In this study we have failed to demonstrate an 
association between own smoking and breast cancer 
in young women. Risk estimates were close to unity, 
and there was no evidence of any dose-response 
relationships.” 



“We failed to demonstrate a significant trend in 
breast cancer risk with passive smoking exposure. 
Estimates of relative risks for many of the measures of 
exposure were, however, consistently raised, some 
point estimates approaching conventional levels of 
significance, and there was a significant trend with 
period of exposure and a relative risk of 3.13 for 


Source: https://www.industrydocuments.ucsf.edu/docs/xswl0000 
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exposure during both childhood and adulthood. Tests 
for trend in the matched analysis were also of border¬ 
line statistical significance. The numbers of women 
never exposed were, however, very small. There are, 
however, explanations for the findings other than a 
causal association, such as information or recall bias; 
this may particularly affect the validity of question¬ 
naires applied for self-completion after participation of 
the subjects in a major structured interview concerning 
the same disease.” 

“Sandler et aL reported a consistent association 
between adult and total lifetime passive smoking 
exposure and breast cancer risk but included fewer than 
60 women with breast cancer among a total of approxi¬ 
mately 500 male and female cases with cancer at any 
site. These women were compared with an unstated 
number of female controls, 60% of whom were friends 
of study cases, the remainder being selected from the 
community using the technique of random digit 
dialling. The analysis was controlled for age and level 
of education only. The cases included were aged up to 
59 years rather than up to 35 as in the current report.” 

“The odds ratios reported for breast cancer by Sander 
et al. were of a similar magnitude to those found in the 
current study, being 1.8 for women ever married to a 
regular smoker (95% Cl 1.0-3.7), and rising to 3.3 for 
women with three or more household exposures during 
their lifetime, the trend being significant. The validity 
of [the] Sandler et al. studies is difficult to assess 
because the reports were brief. The finding of such 
highly significant results is surprising in view of the fact 
that only very small numbers of cases were included. 
The prevalence of passive smoking exposure in the 
control group was not given but must have been rather 
low, suggesting that controls may not have been 
representative of the general population, in which 
prevalence of household exposure has been found to be 
of the order of 70% in this age group. The study 
methods used, therefore, may have been subject to bias; 
the use of friend controls may have introduced serious 
information bias, and while the non-repose rate in 
cases was quoted at only 16%, that in controls was not 
documented, raising the possibility of selection basis. 
The effects of confounding, also, may not have been 
adequately controlled.” 


“The lack of an effect of own smoking on breast cancer 
risk makes an effect of passive smoking implausible except 
in regard to childhood exposure, when biological mecha¬ 
nisms may be different. In particular, maternal smoking 
may be a surrogate measure of in utero exposure, yet we 
found no effect of maternal exposure on breast cancer 
risk. It is also relevant .that smokers are themselves 
exposed to the effects of passive smoking.” 

“In conclusion, we concur with previously published 
studies of older women with breast cancer in finding 
no effect of own smoking, alcohol or caffeine con¬ 
sumption on young breast cancer risk. The evidence 
for a passive smoking effect is weak, and, in view of its 
biological implausibility, we cannot conclude that there 
is a causative relationship between passive smoking and 
breast cancer risk.” 

Other Health Issues 

[32] “Effects of Prenatal Exposure to Tobacco 
Smoke on Developmental Stability in Chil¬ 
dren,” J.A. Kieser and H.T. Groeneveld .Journal 
of Craniofacial Genetics and Developmental 
Biology 14: 43-47, 1994 

“[I]s there evidence for subclinical destabilization of 
development in children exposed to tobacco smoke 
from their parents?” 

“Given the usefulness of fluctuating odontometric 
asymmetry as a measure of developmental stress, we 
decided to compare levels of dental asymmetry in 
children whose parents smoked with those whose 
parents did not.” 

“The possible teratogenic effects of paternal smoking on 
the unborn has [sic] received little attention. Male 
smokers have been shown to have significandy fewer and 
less mobile sperm than nonsmokers. Infants whose fathers 
smoked also have been shown to have significandy lower 
birth weights than those whose fathers did not smoke at 
all. Whether it has a direct effect via the sperm, or an 
indirect effect via passive smoking of the mother, or both, 
paternal smoking appeared to have at least some destabi¬ 
lizing effect on the development of our sample. However, 
it was only when both parents smoked that there was a 
general and significant increase in the levels of fluctuating 
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asymmetry. The noticeable absence of a gradual increase 
in asymmetry with increased exposure to tobacco smoke 
points to the absence of a dose response. Rather, it might 
be that there is a threshold of response, which is only 
crossed by significant numbers of children when both 
parents smoked.” 

“In contrast to these univariate results stand the 
multivariate analyses of our results, which showed that 
in only one out of six comparisons was smoking status 
a significant predictor of increased asymmetry.” 

“Our study shows that prenatal exposure to maternal 
smoking does not result in developmental instability of 
the fetus as measured by fluctuating dental asymmetry. 
Significandy elevated levels of asymmetry were noted only 
in univariate analyses of children who had suffered in 
utero exposure to tobacco smoke from both parents. 
There were no significant differences between the sexes, 
nor in birth order of the children, nor was there a general 
multivariate trend towards elevated asymmetry with 
increased prenatal exposure to tobacco smoke.” 

ETS Exposure and Monitoring 

[33] “Maternal Passive Smoking: A Potential Fetal 
Risk,” J.E. Frank, H. Johnson, V. Flanagan, and 
D. Hoffman, Pediatric Research 35 (4 Part 2): 
269A, 1994 

“Maternal smoking is an accepted risk factor for the 
fetus. Involuntary or passive smoking is considered a 
health hazard. We designed a study to determine the 
presence of nicotine metabolite (cotinine) in meco¬ 
nium of newborns of mothers who were exposed to 
passive smoke. .. . We defined passive smoking as a 
non-smoker exposed to > or = to one hour/week of 
smoke at the workplace or home.” 

“Results .. . indicate that cotinine concentration >20 
ng/ml was detected in most passive and active smoking 
mothers. One passive smoker and one active smoker 
were <20 ng/ml. One self-reported, non-exposed, non- 
smoker was in the intermediate level associated with 
passive smoking, and two were in the high level 
associated with active smoking. This may indicate 
inaccurate reporting of smoking history or exposure. 
More importantly, it may suggest that non-smoking 


mothers who think they are not exposed to smoke are 
unaware of the smoke in their surrounding environ¬ 
ment. Cotinine in meconium of infants bom to 
mothers passively exposed to smoke represents a 
marker of potential risk.” 

Smoking Policies and Related Issues 

[34] “Do Smoking Ordinances Protect Non-Smokers 
from Environmental Tobacco Smoke at Work?” 
J.P. Pierce, T.G. Shanks, M. Pertschuk, E. 
Gilpin, D. Shopland, M. Johnson, and D. Bal, 
Tobacco Control 3: 15-20, 1994 

“In this paper, we report population-based estimates 
of the percentages of California indoor workers covered 
by local smoking ordinances in 1990 and 1991. 
Further, we describe the association between the 
strength of these ordinances and the existence of 
worksite smoking policies and the exposure of non¬ 
smoking indoor workers to ETS.” 

“Non-smoker exposure to ETS appears to be lower in 
larger workplaces compared to smaller workplaces 
regardless of the strength of ordinance in effect.... In 
strong ordinance areas (regardless of workplace size) the 
overall percentage of non-smokers exposed to ETS was 
24.5 + 1.9%; in weak ordinance areas exposure was 29.1 
+ 3.8%; and in no ordinance areas it was 34.8 + 3.2%.” 

“[Tjhe level of ETS exposure is more strongly related to 
the strength of the worksite smoking policy than to the 
existence of an ordinance. Even in areas with no ordi¬ 
nance, exposure to ETS is low if the workplace is smoke- 
free. However, in worksites with a work area ban, but not 
a total ban, the existence of a strong ordinance appears to 
reduce the exposure to non-smokers to ETS, compared to 
areas with weak or no ordinances.” 

“Regions with workers reporting the highest percent¬ 
ages of smoke-free workplaces had the lowest levels of 
non-smoker ETS exposure.” 

“The current report establishes for the first time that 
strong local area smoking ordinances increase the 
likelihood that worksites have smoke-free policies. The 
variability among the 18 regions in California further 
demonstrates the relationship between increased non- 
smoker protection from ETS and the existence of 
strong smoking ordinances.” 




Source: https://www.industrydocuments.ucsf.edu/docs/xswlOOOO 





AUGUST 12, 1994 


A-9 


“In areas with strong local ordinances, work area 
smoking bans (a less restrictive category than a total 
ban) appear to be substantially more effective in 
reducing non-smoker exposure to ETS. One possible 
explanation for this finding is the right of the non- 
smoker covered by a strong ordinance to dictate 
workplace policy in the event of a conflict between a 
smoker and a non-smoker.” 

“Smoking ordinances can only be effective in protect¬ 
ing non-smokers from ETS if their provisions are 
actually implemented in the workplace. About 40% of 
the workers in our survey who worked in areas with 
strong ordinances reported minimal or no smoking 
restrictions in their workplace. This finding may reflect 
either a lack of knowledge on the part of the employees 
concerning existing smoking policies or the need for 
increased compliance with local ordinances.” 


Source: https://www.industrydocuments.ucsf.edu/docs/xswlOOOO 
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APPENDIX B 

Upcoming Scientific Meetings 


•August 22-25, 1994 

Healthy Buildings ’94, Budapest, Hungary [Issue 63, 
Item 26] 

•September 7, 1994 

One-Day IAQ Course, Environmental Law and Policy 
Program, George Washington University, Washington, 
D.C. [Issue 63, Item 25] 

•September 8-9, 1994 

Midwest Regional Environmental Conference, EIA/ 
CEM, Indianapolis, Indiana [In This Issue] 

•September 18-21, 1994 

ISEE/ISEA Joint Conference, Research Triangle Park, 
North Carolina [Issue 75, Item 29] 

•September 25-28, 1994 

Symposium on Methods for Characterizing Indoor 
Sources and Sinks, ASTM Committee D-22 on 
Sampling and Analysis of Atmospheres and its Sub¬ 
committee D22.05 on Indoor Air, Washington, D.C. 
[In This Issue] 

•September 27-30, 1994 

The Role of Ventilation, Air Infiltration and Ventila¬ 
tion Centre (AIVC), Buxton, England [In This Issue] 

•October 6-8, 1994 

Healthy Indoor Air ’94, Anacapri, Italy [Issue 68, 

Item 25] 

•October 10-14, 194 

9th World Conference on Tobacco and Health, Paris, 
France [Issue 60, Item 38] 

•October 18-20, 1994 

Indoor Air Quality in Asia, Beijing, China [Issue 54, 
Item 42] 


•October 30-November 2, 1994 

IAQ ’94: Engineering Indoor Environments, 

ASHRAE and other sponsors, St. Louis, Missouri 
[Issue 58, Item 42] 

•November 1-2, 1994 

Environmental Risk Assessment... Politics and 
Policymaking, Inside EPA , Arlington, Virginia 
[In This Issue] 

•November 7-10, 1994 

Chemical Mixtures and Quantitative Risk Assessment, 
The Second Annual HERL Symposium, U.S. EPA 
Health Effects Research Laboratory, Research Triangle 
Park, North Carolina [Issue 76, Item 32] 

•November 24-26, 1994 

European Conference on Energy Performance and 
Indoor Climate in Buildings, Lyon, France [Issue 74, 
Item 21] 

•November 27-December 1, 1994 

Indoor Air: An Integrated Approach, EPA and other 

sponsors, Gold Coast, Australia [Issue 72, Item 37] 

•June 7-9, 1995 

The Scientific and Regulatory Aspects of Air Quality 
Management, Indoor Air International and Russian Air 
Environment Association, St. Petersburg, Russia 
[Issue 74, Item 22] 

•September 11-14, 1995 
Healthy Buildings ’95, International Council for 
Building Research Studies and Documentation and 
International Society of Indoor Air Quality and 
Climate, Milan, Italy [In This Issue] 


Source: https://www.industrydocuments.ucsf.edu/docs/xswl0000 


20 46362605 




